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Seven years ago in a state of the art lecutre on the same topic, it was pointed out that these diseases, although illdefined, were characterized by several common features. 1 These features, which still hold today, are as follows: (1 
ETIOLOGIC AGENTS
Although a wide range of agents may cause this disease, 4 points should be made concerning these substances: (1) It is important to realize that any organic dust of appropriate particle size likely can induce lesions given the right exposure conditions. This fact is of enormous importance to agriculture and industry. (2) with disappearance rather than progression of the mononuclear cell pulmonary infiltrates after repeated challenge. 8,9
The explanation for this type of "desensitization" is unclear at this time. It may involve suppressor factors or suppressor cells; it does not, however, appear to involve classic immunologic tolerance, since it occurs even in the face of persistently increased levels of specific antibody.
PATHOGENESIS
The most intriguing studies of hypersensitivity pneu- 
IMMUNOREGULATORY EVENTS
Immunoregulatory events have recently assumed the forefront in animal models of hypersensitivity pneumonitis. 2120
Among the recent findings of these studies that have pro- Overall, these studies suggest that hypersensitivity pneumonitis in man develops as the result of a complex series of immunologically specific events. These likely involve sensitization, the development of granulomatous inflammation, and a series of genetically determined immunoregulatory events that result in either up-or down-regulation of local hypersensitivity (Fig 1) . A better understanding of these mechanisms in man and in animal models of hypersensitivity pneumonitis may provide important information that can help us understand the mechanisms of other chronic granulomatous diseases, including sarcoidosis. 
CLINICAL FEATURES OF HP
The diagnosis of HP should be considered in patients 
